Previous experience with immune serum globulin (ISG) indicated 1) that it did not prevent viremia in children with rubella infection, and 2) that it did not prevent congenital rubella. This report describes the protective effect of an experimental lot of high titer antirubella human immunoglobulin (RIG) in 33 children exposed to the Brown strain of rubella virus (RV).
RIG was given to 22 of the susceptible children 24 or 96 hours after intranasal exposure to RV. Six other children received ISG. The dose of RV was either 10 4 TCInD K or IO^CIIIDK, and the dose of immunoglobulin was 0.3 ml/kg of body weight. In the group that received RIG: 1) passively acquired rubella antibody was detected transiently after inoculation in 15 children; 2) no detectable viremia was observed; 3) pharyngeal shedding of RV was decreased and 4) the rubella specific IgM response was depressed. RIG was more effective when given at 24 hours against low dose virus challenge, preventing or delaying seroconversion; it was less effective in modifying infection when given at 96 hours after high dose challenge. These data suggest that RIG may be useful for the prevention of congenital rubella. Protective antibodies against rubeola virus have been demonstrated in IgG and passive transfer of maternal antibodies against rubeola has been known to protect infants during the first several months of life. It has also been shown that the presence of this passively acquired antibody interferes with effective immunization against rubeola with live attentuated virus vaccines. For all infants there is a strong correlation between initial level of passively acquired antibody of maternal origin and its persistence. The concentration of IgG at birth is lower in low birth weight (LBW) than in term infants. This suggests that early curtailment of interuterine life is likely to result in lower IgG levels in the infant. From August 1, 1965 through March, 1968 251 infants (114 terms and 151 LBW) were inoculated with further attenuated rubeola vaccine at varying ages between six months and two years. No detectable rubeola HAI antibody was present at <1;8 prior to inoculation. The data indicate that the serologic responses of the two groups are better than previously recognized. Thus, the effectiveness of rubeola immunization of infants <12 months of age is such that use of this vaccine may be considered in younger infants during epidemic situations or in immunization programs in developing countries. The adeno-associated satellite viruses were first recognized in 1965. In spite of significant investigations since that time, their role in human disease remains obscure. In an attempt to define this role a longitudinal study of 42 infants (birth-2 yrs.) from a low socioeconomic group was initiated in 1968. The infants were examined at regular intervals and during illnesses. Specimens for viral isolation were collected on each occasion. Sera for antibody titers were obtained at birth and every 3 months thereafter. The purpose of this paper is to report the results of the serologic portion of this study. Neutralization tests revealed that at birth 50% of the infants had antibody to Type 1 satellite virus and 71% to the Type 2-3 complex. These percentages declined to 9% and 18%, respectively, at 6 months, remained low from 6 to 12 months, then rose sharply at 15 months. At 2 years 66% of the infants had antibody against Type 1 and 73% against Type 2-3. Mean geometric titers were high at birth, low from 6-12 months, and highest at 24 months. These data indicate the passive transfer of maternal antibody, and its decline. They also indicate infection due to adeno-associated satellite viruses early in life.
Parotitis in previous recipients of mumps vaccine. PHILIP A. Between 1967 and 1970, twenty children with parotitis who had previously received mumps vaccine were studied. These children were immunized in four different Pediatric offices over a four year period so that no single lot of vaccine or immunizing procedure could be implicated as the cause of these apparent "vaccine failures." Mumps soluble complement fixing (MSCF) antibody determinations revealed that only eight of the seventeen children for whom appropriate serum specimens were available had evidence of mumps infection. Children without a detectable antibody response could not be differentiated clinically from those who developed MSCF antibody. Parotitis occurred in two siblings without a MSCF antibody response suggesting that these illnesses might have an infectious etiology. Neither mumps nor any other virus could be recovered from five children without an antibody response or from three children who could not be classified serologically. These findings confirm the multiple etiology of parotitis and indicate that serologic studies are required to identify true mumps vaccine failures. The mechanisms underlying impaired host resistance of the fetus and newborn infant to virus infections are poorly understood. Immaturity of the IF system has been suggested as one major determinant of this enhanced susceptibility. Our previous studies demonstrated that the third trimester (140-117 days) fetal lamb (normal gestation 150 days) produced markedly higher levels of serum IF (27,000-250,000 units/ml) than adult sheep (180-250 /t/ml) following intravenous (IV) inoculation with Chikungunya virus (CV). The present report extends these studies to fetuses in the second and first trimester, the period during which greatest damage from virus infection occurs. Second and third trimester fetuses were inoculated by the IV, and first trimester by the intraperitoneal route. Highest IF titers (/i/ml of serum or gram of tissue) were present 2-4 hours following inoculation;
